Recent studies show that higher-order appetitive neural circuitry may contribute to restricted eating in anorexia nervosa (AN) and overeating in bulimia nervosa (BN). The purpose of this study was to determine whether sensitization effects might underlie pathologic eating behavior when a taste stimulus is administered repeatedly. Recovered AN (RAN, n ¼ 14) and BN (RBN, n ¼ 15) subjects were studied in order to avoid the confounding effects of altered nutritional state. Functional magnetic resonance imaging (fMRI) measured higher-order brain response to repeated tastes of sucrose (caloric) and sucralose (noncaloric). To test sensitization, the neuronal response to the first and second administration was compared. RAN patients demonstrated a decreased sensitization to sucrose in contrast to RBN patients who displayed the opposite pattern, increased sensitization to sucrose. However, the latter was not as pronounced as in healthy control women (n ¼ 13). While both eating disorder subgroups showed increased sensitization to sucralose, the healthy controls revealed decreased sensitization. These findings could reflect on a neuronal level the high caloric intake of RBN during binges and the low energy intake for RAN. RAN seem to distinguish between high energy and low energy sweet stimuli while RBN do not.
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Introduction
Anorexia nervosa (AN) and bulimia nervosa (BN) are disorders of multidimensional etiology and have their onset often during adolescence (APA, 2000) . They are characterized by dysfunctional eating behavior and distorted body image, and have high rates of chronicity, morbidity, and mortality. AN patients show severe emaciation and two relatively distinct types of eating behaviors: caloric restriction (restricting-type AN) and alternating restrictive eating and episodes of purging and/or binge eating (binging/purging-type AN). In contrast, individuals with BN are not emaciated, maintaining an average body weight (ABW) above 85% of minimum suggested guidelines, with typical episodes of overeating followed by compensatory behaviors such as vomiting, fasting, misuse of laxatives, or over-exercising.
Few studies have investigated gustatory processing in subjects with AN or BN simultaneously. However, a considerable number of studies have suggested that neuronal activation of gustatory pathways involving the anterior insula, orbitofrontal cortex (OFC), anterior cingulate cortex (ACC), striatum, and amygdala may contribute to disturbed appetite regulation in eating disorders (Bohon and Stice, 2011; Cowdrey et al., 2011; Frank et al., 2011 Frank et al., , 2013 Oberndorfer et al., 2013; Radeloff et al., 2014; Vocks et al., 2011; Wagner et al., 2008) .
Theoretically, differences in pathological eating behaviors in AN and BN could be related to altered perception and/or modulation of satiety and habituation. For example, feeding may elicit exaggerated satiety in AN and reduced satiety in BN (Oberndorfer et al., 2013) . The decrease of the hedonic response to a food that is Contents lists available at ScienceDirect journal homepage: www.elsevier.com/locate/psychresns
